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Rhabdomyolysis may have various causes, including 
infectious diseases. The most frequent bacteria to cause 
rhabdomyolysis are Legionella pneumophila, Francisella 
tularensis and Streptococcus pneumoniae [l]. Only two 
observations of rhabdomyolysis have been related to 
group B streptococcus (GBS), in neonates with menin- 
gitis. We describe a case in which rhabdomyolysis 
revealed GBS meningitis in an immunocompromised 
adult. 
A 65-year-old man had been suffering from hairy 
cell leukemia for 5 years. He had received interferon a 
(3x  106 units three times a week) for 6 months. In 
March 1996 his peripheral blood count included 
1500 polymorphonuclear neutrophils/mm3 (PMN) 
and 80 000 platelets/mm' and he suddenly presented 
with fever (39"C), malaise and nausea. He was given 
spiramycin, 4.5 x lo6 unitdday, by his general practi- 
tioner. Two days later the fever settled but his back and 
his legs became painful. A mild improvement occurred 
with 100 mg ketoprofen. O n  29 September the patient 
was admitted to the infectious diseases unit with 
generalized tenderness, asthenia and slowing of cerebral 
activity. O n  admission he had fever (38"C), and 
decreased arterial pressure (80/50 mmHg). Palpation of 
all muscles was painful and all osteotendinous reflexes 
were missing but he had no enlargement of spleen 
or lymph nodes. There was no evidence of epileptic 
activity. Laboratory tests showed mild pancytopenia 
(hemoglobin 9.5 g/dL with a 15 000/mm" reticulocyte 
count, 1400 PMN/mm3 and 80 000 platelets/mm'), 
and inflammatory syndrome (C reactive protein 
468 mg/L, fibrin 11 g/L). The patient had biological 
evidence of rhabdomyolysis (creatine phosphokinase 
2852 IU/L, myoglobin 4270 pg/L, lactate dehydro- 
genase 741 IU/L, aspartate aininotransferase 103 IU/L) 
and renal failure (creatinine 612 pniol/L, urea 
30 mmol/L). The results of cerebrospinal fluid (CSF) 
study were as follows: protein 3 g/L, lactate 9.7 mmol/L, 
glucose 1 mmol/L (with blood glucose 8.2 mmol/L), 
6 cells/mm3. Three blood cultures remained sterile 
but the CSF bacterial antigen test was positive for 
GBS. Urinary tract infection was present: lo5  leuko- 
cytes/mm3, lo5  colony-forming units/mm3 of GBS. 
The diagnosis of GBS meningitis was considered 
and the patient was given amoxicillin 4 g/day (adapted 
to renal function), associated with intravenous 
dopamine and hydration. One  day later a new lumbar 
puncture showed the following results: 34 cells/mm3 
(20% neutrophils and 80% lymphocytes, no hairy cells), 
glucose 2 mmol/L (blood glucose 11.2 mmol/L), lactate 
10 mmol/L. No microorganism was detected by l r e c t  
Gram stain or culture, but once again the CSF bacterial 
antigen test was positive for GBS. Treatment was 
continued. The fever resolved after 24 h but the 
patient's neurologic status worsened and apneic episodes 
occurred, so that the patient had to be adnutted to the 
resuscitation unit. Cerebral magnetic resonance iniag- 
ing was normal, with no sign of cerebral hypertension. 
The patient was hospitalized for 1 month in the 
intensive care unit because of successive nosocomial 
complications (Escherichia coli pneumonia, septic shock, 
cardiac and respiratory failure) and he finally died. 
GBS urinary tract infections (UTI) are well known 
in pregnant women, and one author reported as many 
as 2% group B streptococci among the microorganisms 
causing UTI [2]. Nearly all the non-pregnant adults 
with GBS UTI have an underlying predisposing 
condition such as diabetes mellitus, immunosuppres- 
sion or urinary tract malformation [2]. Our patient had 
a GBS UTI  and hairy cell leukemia, which possibly 
played a predisposing role. In adults, less than 50 GBS 
meningitis cases have been reported and GBS causes 
less than 1% of all meningitis [3,4]. In the three largest 
series of meningitis cases, various predisposing con- 
ditions were found in 57%, 86% and 90% of patients, 
respectively [3-51. Hairy cell leukemia may have 
contributed to the occurrence of GBS meningitis in 
our case. In 83% of cases, GBS meningitis occurs in the 
context ofbacteremia [3]. In 25% of cases, another focal 
infection is found, such as UTI  [4]. CSF analysis is 
characterized by increased levels of protein and lactate, 
decreased glucose and the presence of PMNs. One 
patient only had 2 celldmm-' in the CSF. GBS is 
visualized in direct Gram stain in 89% of the cases [3] 
but in our case neither direct Gram stain nor culture 
showed GBS. The positivity of GBS soluble antigens in 
two lumbar punctures together with the presence of 
GBS UTI allowed us to make the diagnosis of GBS 
meningitis. In  fact, the specificity of GBS soluble 
antigen in CSF is 100% and it is considered that a 
positive GBS soluble antigen in CSF and a positive 
blood culture or a positive urine culture are sufficient 
to establish the diagnosis of GBS meningitis [5]. 
Our patient had concomitant rhabdomyolysis. A 
bacterial cause for rhabdomyolysis is rare: 14 cases 
have been associated with L .  pneumophila, nine with 
E tularensis, and 13 with Streptococcus spp. (among which 
eight were S. pneumoniae) [l]. Only two cases of rhab- 
domyolysis have been described in relation to GBS, 
both in neonates with GBS meningitis. In both cases, 
acute renal failure and death occurred. Both children 
had experienced seizures before the rhabdomyolysis 
was discovered. Seizures are a well-known cause of 
rhabdornyolysis, so that a direct link between GBS and 
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rhabdomyolysis is doubtful in these cases [6]. In our 
patient there was no seizure, and ketoprofen has not 
been associated with muscle damage, so that GBS is the 
only factor that can explain the rhabdomyolysis. The 
pathogenesis is not clear, but it has been suggested that 
infection may lead to the production of a proteolytic 
factor or a polypeptide which causes muscle degrada- 
tion [6]. 
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contact. The gastrointestinal tract is also a possible port 
of entry, since cases of pasteurella peritonitis after 
endoscopy have been described [2]. Underlying disease 
and immunocompromised status increase the sus- 
ceptibility to infection [2,3,6,7]. In humans, clinical 
manifestations of pasteurella infection can be roughly 
divided into three groups [2]: a local cellulitis with 
or without deep-seated infections [4,5l, a pulmonary 
infection [1,3,8] or bacteremia with or without meta- 
static lesions [2,6,9]. 
Case report 
A 25-year-old Liberian woman had been living in 
Belgium since January 1995. In 1992 and 1993 she had 
terminations of pregnancy. In July 1995 she was found 
to be HIV seropositive when she presented with a 
breast abscess. At that time her CD4 lymphocyte count 
was 184 cells/pL. In August 1995 she was admitted to 
the Antwerp University Hospital because of high fever 
(39 "C), abdominal pain, diarrhea, vomiting and cough. 
O n  clinical examination she was found to have general- 
ized lymphadenopathy and hepatosplenomegaly. An 
abdominal CT scan confirmed the hepatosplenomegaly 
and showed an omental 'cake' with adhesions and 
a multi-chambered abscess surrounded by micro- 
abscesses in the pouch of Douglas, bilateral pelvic 
inflammatory disease with salpingitis and a mild right 
hydronephrosis. The abscess was drained externally 
following insertions under C T  guidance of a catheter. 
Pasteurella multocida was cultured from the drained 
hernopurulent fluid. Laboratory results showed anemia 
and abnormal liver function tests. Blood. urine and 
fecal cultures were negative. 
The patient was treated with intravenous cipro- 
floxacin 200 mg twice daily for 7 days, followed by oral 
ciprofloxacin 250 mg twice daily for 9 days, and then 
a day. After 1 month she had responded well to 
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Pasteurella mulfocida abcess in an African patient with 
human immunodeficiency virus infection 
Clin Micvobiol Infect 1997; 3: 700-701 
We report here a case of abdominal Pastewella multocida 
abscess in an African HIV-positive patient. Pasteurella 
m~ltocida is a Gram-negative coccobacillus which can 
be found in the normal flora of the nasopharynx 
and gastrointestinal tract of both domestic and wild 
mammals and birds [ 11. Human transmission generally 
occurs via animal bites and scratches and via exposure 
to animal secretions [2-51. In 5-15% of Pastewella 
multocida infections there is no evidence of animal 
treatment but the CT-scan appearances remained 
unchanged. The patient was discharged and sub- 
sequently lost to follow-up. 
To our knowledge, this is the first description of an 
HIV-seropositive patient developing an abdominal 
abscess with Pastewella multocida. Very few cases of 
pasteurella infection in HIV-seropositive patients have 
been described. Most of them were cases of peritonitis, 
pneumonia and sepsis [3,9,10]. It is unclear how our 
patient became infected. There was no history of 
animal bite or scratch or exposure to animal secretions. 
She never underwent an endoscopic procedure. 
Pasteurella infections respond well to benzylpenicikn, 
second- and third-generation cephalosporins, tetra- 
cyclines, chloramphenicol and quinolones. The sus- 
ceptibility to erythromycin is variable and there is 
